Case report A 25 year old woman was first admitted to our department with a history of pulmonary oedema and congestive heart failure, which had been treated successfully in a district hospital. When we first examined her in 1983 there was no sign of heart failure. The heart sounds were normal. Acquired and congenital heart diseases were excluded. Haemodynamic examination showed that the left ventricular end diastolic pressure was 10 mm Hg and the left ventricular end diastolic volume was 170 ml. The cardiac index was 4-1 1/m2. The QT interval was within normal limits. The patient said that she drank about half a litre of spirits every day.
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We diagnosed an alcoholic myocardial lesion; the patient's condition improved when she stopped drinking. The patient was monitored by echocardiography in the subsequent months and it seemed that she had been cured. She did not need any medical treatment.
In Shortly afterwards the cramps disappeared; they have not recurred. Figure 2 shows the changes in the serum total and free ionic calcium and inorganic phosphate, and also the left ventricular ejection fraction, fractional shortening, end diastolic diameter, and the effect on corrected QT interval. Serum concentrations of total and free ionic calcium correlated strongly with the left ventricular variables. These variables gradually increased during treatment, while the serum inorganic phosphate and corrected QT interval decreased to normal. Between days 50 and 60, a dihydrotachysterol and calcium overdose produced high concentrations of calcium and a low concentration of phosphate. Later, an optimum regimen of oral calcium and dihydrotachysterol was attained. Since then the patient has remained well. She takes 500 mg calcium three times a day and 12 drops of dihydrotachysterol. Tubular phosphate resorption and other variables have returned to normal (table) .
Our patient had a sister who died of congestive heart failure at the age of 16. Congenital and acquired valve diseases were excluded. There was no satisfactory explanation for her death.
Discussion
Although free ionic calcium has a well defined role in myocardial contractility, there are few well documented reports of the association of hypocalcaemia and disturbances of myocardial contractility. Giles et al reviewed seven published case reports and presented an additional one of "reversible congestive cardiomyopathy": all of these patients had hypoparathyroidism and impaired myocardial function. group.bmj.com on October 14, 2017 -Published by http://heart.bmj.com/ Downloaded from calcaemia and hypomagnesaemia in the development of congestive heart failure in hypoparathyroidism, but they did not establish causal relations. In 1983, Ginsburg et al reported the case of a boy with severe congestive heart failure who had a low serum concentration of free ionic calcium.3 After this was restored to normal his myocardial contractility improved. They reported a direct relation between the serum concentration of free ionic calcium and myocardial performance. Connor et al reported a case in which hypocalcaemia precipitated congestive heart failure, and restoration of the normal serum concentration of calcium produced a clinical recovery but they did not monitor left ventricular function. 4 Our data confirmed that an increase in serum calcium (the total and free ionic calcium concentrations moved in parallel) caused an improvement in left ventricular function.
The unexpected death of a young sister of our patient owing to congestive heart failure suggests the possibility of the familial occurrence of congestive heart failure precipitated by hypocalcaemia.6 Our case report shows that hypocalcaemia can cause reversible disturbances of myocardial contractility that resemble congestive cardiomyopathy.
